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acute hepatitis Jl 
inflammation of the liver less than 6 months I&Il&o 

acute hepatitis J-©^ JJI viruses Jl Js. LoJSulo. 

A, B, C, D, E and G viruses 

pathology Jl Js. LoJSul 
clinical pictures Jl LoJSulo. 

: l^jisto Js* cr^^ j! clinical pictures Jl J 

Icteric Ub • 
anicteric Ub • 
complications b • 



: Cols' complications JI9 

hepatic Ul b V 
extra hepatic b S 

: Hepatic JI9 
acute b i- 
chronic b 4- 

investigationsjl jo^ 
555 acute hepatitis gjo^ jl dlU CJI JJI jLsJ I^Usj JJI investigations Jl 4jI 

J3^l Liver functions 
J3^l Liver functions J-o^l ^ 
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555 6jL>! 4j) liver enzymes Jl 

555 albumin J! 
Normal 

555 globulins Jl 

555 bilirubin Jl 
biphasic „ 

slightly enlarged « Liver Jl ^^Lt* „ sonar Jasu* 
inflammation Jl k*£> Edema 



555 spleen Jl 
20 % J enlarged la*** 

55 stool Jl 
Clay color 

!!! clay color dJ$£j jU^ jLojtll 4i^b CJI !!!! Clay color 
it is a stool Ja*AI 

JJi ULcyb stercobilinogen Jl 
variable « urobilinogen Jl 

55 Urine J\ s 
bile 4^ jU^„dark 

frothy \jL^s 

acute inflammation of the liver ^jo^ L>) jl J$&b 1^15 oL>b* 

0U5 urine Jl J l^s^ JJI ol^WI 

RBCs cast in urine 
55 RBCs cast 4J 
glomeurlonephritis ^jo^ jU^ 

„ CJls ^1 U5S U^l 
Kidney Jl 431 
RBCs cast ^jo^ ULJ 55 V ^3 ^5^0 

Leucopenia with relative lymphocytosis 555 4jI ^pAu* CBC ^JLdLo^ 3) 
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bone marrow Jl yjU> o»s^ $ » Leucopenia 
It is a leucopenia with relative lymphocytosis 

» 

Liver Jl J inflammation gjo^ jLsJI jl L>) 6 of 
555 E y 3 D ^ C ^ B y 3 hepatitis A Jl <> „ Inflammation J-ob JJI 4jI 

Hepatitis markers Jl j-o l^s^ 

„ Li) J I^^L) 

Ia^osm <j\A& Hepatitis markers Jl 
hepatitis D virus 3 hepatitis E virus 3 Hepatitis A virus 

J^^ &&J) 

IgG 3 Ig M marker Jl 

hepatitis A , E and D viruses Jl 
Ig G „ Ig M marker Jl 

acute infection djo^ 3) 
Ig M \Luj* jLsJI 

Old infection 3) 
Ig G \jLx& djjs> JJI jLxil 

„ ii& 

hepatitis markers Jl 

hepatitis D virus JI3 Hepatitis E virus JI3 Hepatitis A virus Jl U3S U^l 

„ 4^1 

Ig G 3 Ig M <us 



acute infection ^xsj Ig M Jl 
old infection ^i** Ig G Jl 

hepatitis A virus i>>> 

„ al 

stool Jl J virus Jl ^>5Lo-o 
first week Jl J 
viremia Jl 3>s J 

stool Jl J virus JJ detection J-o^l ^>5U-o 

RT PCR Jb 
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555 PCR 4jI ^ 
Polymerase chain reaction 

55 RT Jl „ ^Jo 
Reversed transcriptase 

RNA virus Jl 
PCR dJLo^l jLr£ju-09 
DNA Jl j> copies PCR Jl 
reversed transcriptase &>b* Ja^l 

DNA Jl RNA 4^ 
PCR 4io^l jjil jU^ 
555 V ^3 ^5^0 
Hepatitis A virus Jl b 

Hepatitis D virus Jl 
555 Sabj &>l^ <us 
„ *l 

Hepatitis B markers Jl at&o Jul) D virus Jl 
hepatitis B surface antigen 

D virus Jl jl kM>\ U^l 
Is incomplete virus 
00^3) infection J-o^ J>jJ&j* 
B Jl 6lao liu ^jV 

Positive « hepatitis B marker Jl 

D virus 6JO£ JJI jLsJI J 
555 V ^3 ^3^0 

A virus Jl 
IgG Jl 3 Ig M <us 
stool Jl J virus JJ detection Ja*j 

RT PCR 

555 ^IIIIIIILo 

hepatitis E virus Jl 
Ig G 3 Ig M <us 

Ig M 3 IgG <us „ Hepatitis D virus Jl 
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hepatitis B marker ^jV LSI 
Hepatitis B surface antigen Jl 
55 £-0)3 555 V ^3 

„ li> 4Jllfl &>bJI 

D JI3 E Jl 3 Hepatitis A Jl b 
Hepatitis B virus Jl J* Jj>jJ 

© ^Jlsj jruSJl J^jJI 3^ JJI 

Hepatitis B virus Jl 
© ojS J-ob ddSJb B virus Jl „ J-ob 4iSL^ 
( HBs Ag Lb3.0-u.-u 3! ) 2J^SJ\ l^o-a>l 
( Hepatitis B surface antigen ) 



( hepatitis B core antigen ) ( HBc Ag ) 1^1 & 

DNA Jl h$** JJ\ 

hepatitis B surface antigen 1^1 Zi^S L>jo^ 1% 

DNA Jl jaifl g <us 
protein y h&xZA DNA Jl 
hepatitis B core antigen <lq*J 
e antigen t^l 1$*- Proteins 4^3 
55 y ^3 ^3^0 

antibodies gjlo J3&L0 antigens Jl j-o £33 J5 
antigens 4j^j L>jo^ U 

antibodies L>jo^ <us 

„ 6^)3 5^)3 duu~e 
hepatitis B surface antigen Jl 

6-3-6 <tib jiaj ^obLj 

Hepatitis B surface antigen Jl 
6-3-6 4JLjiaj iwpgLj 

J3^ 3 Jlsj • 

he is a carrier « 6 j-o jtfl jl*S 3) • 

„ Infection Jl j-o £oLJ jusj j^k* 
carrier as jLxil ULj j3^-& Ct**> j-o jiSI ^3^-3-0 J-t^s 3) „ j3^-& 45^5 jlsj (^^as^ 

— pa g e '5 1^— — 

"^foJuj^ C^J " J 15 " J^ " ^o^l : J-^3 „ ill V I dJI V : ^jJl J*asl " Jls ^JL>3 ill J-o " j^JI jl i^Lo 5J3 ^iojtfl 5^ J Cuj 



The Intact HBV particle (Dane Particle] 


Surface Antigen 
(HBsAgl * 








HBV DNA-* ■ 






42 nm 


DNA it 




J 




polymerase + 

Core amigen 
(HB&Ag) 





IIMIMO 

VATIOIM 



GIT Dr. Shaf3y 



hepatitis B surface antibody Jl 
persist for life $ 3 j^k* 
Persist for life $ j&b 3 d» j^k* 

555 4jI ^jdlu hepatitis B surface antigen Jl 

6-3-6 

carrier jLsJI ULj Ct**> j-o jiSI a^^-o J-t^s 3) 

J5^> 4j^j jl» j^la-o antibody Jl 
And persist for life 

55 dsssssssss) 

yy <Lj$Jb) lib Jja 

hepatitis B JJ aj^L U^l JJI vaccine Jl %\ 
hepatitis B surface antigen VI ^ U 

„ ^4 ^jlo yLi obU <us „ d^j^ta 1^1 JJI vaccine Jl 

„ 4JLttJI J3I ,J UL> (jjJLuJ l^ySX* 

infection Jl J^J bl^ „ Hepatitis B vaccine Jl I^jj J^- 0 J3^ k 

infection vaccine Jl 

hepatitis B surface antigen J^l 
Jk&l b ^Ijl infection ^U,c^ujb 
genetic engineering Jl gLo&oj $>sm ^ 
virus Jl ^ Lijz rr jj jLo 

jaJL> jllllllllLoj 
Killed virus j\S Hepatitis B virus Jl 

genetic engineering Jl gjuaio cpsjJI du&rjj U^l ^^Ja 

jaJL> infection JJ risk 

Which is very strange 

hepatitis B virus Jb naturally « Infection \xL*su Jt*^ 43 L>j U jl „ W W ^L>> &>b* 

for life bt&o jL^flS antibodies Jl 

—~^( Page|6 
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vaccination J**jl> U 
antibodies Jl jl W 4u> &>b* 

infection natural Jl dLL^ U Ilslo^I 
protection for life dLU*^ J5&aj JJI antibodies Jl 

JIj hepatitis B JSJ^a 

vaccination Jl 
Protection 5 years 
booster dose I^jls^ j^b 

g aJUoJ Ul CIajJltJ) ol^l j-o 43J VI 
diiiJ) JL^l^S j-o jLo V9 

tuUlo,, ^IIIIIIIIIIIIU 
„ JaSu 

Hepatitis B surface antigen Jl Js. ^J5oJ U jl^ „ 4JUI &>L>J) 

antibody JI3 

© l& hepatitis B core antigen Jl 1^1 <us 
555 ^Lol ^jJI J core antigen Jl 

hepatitis B core antigen Jl 
o«j Liver biopsy Jl J 

Hepatitis B core antigen Jl 
only « Liver biopsy Jl J 

Hepatitis B core antibody Jl 

IgM • 
IgG • 

555 \aj 4jI dJ$Lj* Ig M Jl 
( replicating ) is active « virus Jl jl : dJ$Lj* 

dormant infection 3! „ Old : 555 Ig G Jl 
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j&£t\ JwJs || iuiaJ) dl^l gjjij 



hepatitis B e antigen <us 
virus Jl jl : J$ib b 
Is rapidly replicating 
(lujbjds^j^j proliferate) 

virus Jl jl 
Is rapidly replicating 

is rapidly replicating « virus Jl 55 Sptfa 

<Jisu Replicating 

UL> e antigen Jl U 
<Jisu replicating j^j&i CJI ULj 
high viremia djo^ ULj 
highly infective 1% b jLxili 
55 V ^5 ^5^0 
e antigen Jl b 



e antibody Jl 
^3jr^JI ^>t^ ^jojI Immune system Jl jl io^U )o 
b ^Jjlrj proliferating JJI ^j^l attack ^ ^jojI immune system Jl jl 

555 <£tb\$ 
555 jrywJU^o-Jul) b 

vaccine Jl ^jj tbjoj) U 4pL> ^> 
Hepatitis Jl £>U J interferon l^o-J a^b* Lad&iJ U 4pL> ^ 

555 4j I IbJc^l Lo 4pL> j-o 
interferon vaccine Jl 
hepatitis B virus Jl J Mutation J^ 
Mutation J^ 
jjjj> virus <us \3j 

e antigen j^sdLtxu-o Id virus Jl 
e antibody gjlo o%SL*a Jtelbj 

^^Jd Hepatitis B virus <us 
e antibody gjlo juSI ^3 e antigen 
Hepatitis B gjo^ jL^ J jLo^xilo^ Hepatitis marker clo^ 3) jk^iuccoi 
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hepatitis B virus Jl J Mutation 
vaccine Jl Ibjajl U 4pL> ^ Interferon Jl LoJu*iJ Lo 4pL> ^> 

jujl^ virus B bjo^ J&> o$ Mutation JI3 
e antigen j^ita-u-o 
e antibody gjlo o%SL*a JUbo. 

© (jJbl b j^j 

DNA 

555 4jI jyo gXjaltj Li jJ) ,J ctyi>* 
DNA 

555 y ^3 cr^jl^ 
Hepatitis B core antigen Jl 

55 y y 3 b 

DNA 

virus Jl J La DNA 4^ <us 3) 
core antigen 4e*J Ulaltw t^js U 

„ lib 

555 y y^ oryij^ ^ core antigen Jl 

555 4jI jjo gJLxalj gJuo£> jLLe- 
DNA 

hepatitis B core antigen LULL* t^jG U DNA 4^ ^a) 

1^**a> „ DNA Jl 4^ 
e antigen Jl dJLgiL> ( i^U jLo ) Partially l^u^y 5) 

J5SI ^Le- bl (jisw 

core antigen JI9 e antigen Jl 
DNA j-o Or^J^ 
core antigen Jl glki 1^15 t^jo Ul b • 
e antigen Jl glki Partially t^jo Ul b • 

555 £091*41 4jI 
55 ^>jo ^is^ „ 4U DNA Jl ji^>iuA virus Jl ^iol 

^ f Page[9 > |^— — 
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Jg^giuoo virus Jl j55o U 

555 V ^3 

555 dJS DNA Jl jWjLa virus Jl ^iol 
Jg^giuoo virus Jl j55o U 

555 g!L> e antigen Jl ^iol Ifig 
( rapidly proliferating ) Jsxscuu* virus Jl <j£j U 

4pjuo DNA Jl 

CcsL Jl ^JJI 

rapidly replication virus e antigen Jl ^xsu 

totally « DNA Jl p^j^ jLo l^L. virus Jl 
juj partially « DNA Jl ^-jo 431 Jg^iaus ULjb 

55 ^3333! 

Hepatitis markers Jl J 5^1 4-Jti &>b* 4^ 

Hepatitis B markers Jl J 
( serological window ) serological gap t^l &>b- <us 
555 What is serological gap ( or serological window ) 

© 6JS blx-o l^3J 

Hepatitis B surface antigen Jl U3S U^l 

55 4jI ifljjJaj iwQgLj 
6-3-6 4ib jiaj ^^ ^ dL) 

5555 4jI :>) jls^ j^ko 4^b antibody Jl 

J5^i 3 

Persist for life 

few days 4J 

antigen Jl ttts?^ antibody Jl OrH ^ 

few days 4J UL-o 
antigen Jl *l£*>l3 antibody Jl OrH ^ 

:>3^$a jLo surface antigen Jl %\ „ ^ 4jl^ oj^> L>) 3) 

antibody JI3 

( mutation 4^s ) virus J 6^3e$* o^5^-° e antibody JI3 e antigen Jl LUI3 
— fTage [10 > |^~- — 
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antibody JI3 surface antigen Jl V <^ 
antibody 3 e antigen Jl ^3 

Liver biopsy Jl J hepatitis B core antigen LLJ3 
555 4jI J hepatitis B jL^ 

Core Ig M 

serological gap Jl J 
Hepatitis B Jl dl^Juj JJI jl^I 
core Ig M Jl ^ 

555 l^j fl^fl Q 

Most recent 
4ibjiaJ) d vl^> hepatitis B Jl Jl^Jull^ L^-l 

PCR J^ju U^l 

pjJI J hepatitis B virus 4^ jl dJ$Zj PCR Jl 

^jJI J 3^541 viruses Jl ^ dJ$£j la 
quantitative 

^jJI (J virus 4-3 jl dJJ^iL) PCR Jl 

^ jJI J 3^541 viruses Jl ^ dJ$£j la 

55 V ^3 ^3! b ^3^0 

Hepatitis C virus <us „ 4JUI &>L>JI 
555 ^Ijl duasrjujj Hepatitis C virus Jl 
„ $J 3 ] b jllllLoj 
antibodies JJ detection J-o^ bS 
^jJ! J Hepatitis C virus Jl jlo 

£oLJ 4 jls^ jQtva CJtf antibodies Jl 
( IjJI ) ELISA technique 1^1 &>1^j detection t^lo^u LS3 

©LuJI 

antibody Jl djj$> <j\S ELISA technique Jl 
Against hepatitis C virus 

Positive gib 3) 

^ f Page |11 ^ 
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ELISA technique Jl J false positive <us jl 

negative gib 3) ELISA Jl ^ 
hepatitis J^julm jLsil 

positive ^Lb ELISA Jl ^ 
if ^3 Hepatitis gjo^ jLsJI J3S) j^jla© 
false positive <us 

555 Iaj 4jI 

555 diagnosis Jl confirm jU^ <ol Ja*i& Positive gib 3) 
Detection of antibody by RIBA technique 
(Recombinant immune blot assay) 

555 \3j ^Ijl \j*3jS) lo jjfcjyi £3^3 
ELISA Jl j-o ^Lr> J Cu5 jl 

Ij-jyi j-o <L>j ,J CuS" jl 

Pulmonary edema j\S \h\s 

lasiX 4Ja^U 

digitalis Jb dJ*s ^^u.uu £ jls 

C£*5lj „ lJj> ^4*^ bl jj^j^l £3^ 
Ijlp- S^bUu By 15^3 Ijlp- di> 
3^3^-3-0 j^ULIa V 4jbl^flJI „ 6Jl53 GJtl jr£ jj Ji&>3 

Jt^- (jA>3-o^jru-o Ujb (^jJLrj 

target l^i^-l Sji«§ ,J gjirs (j^»> 

aJtRflJ) J3I0 duJs> 13^ jo I3 J&fij 

4JLC- jrUJ JJ) CJl 3J i^ySr yy ^bth (0 S <J 3J3 

Jb Lo^SJ g^ji „ ^4,1 

^ f Page [12 > 1^-—- 
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Hepatitis C virus Jl 
antibodies JJ detection J-o^ 
Infection Jl gjLA 4 jUj bS 
ELISA technique 1^1 &>1^j detection l^Usi* 15 

negative ^Lb ELISA Jl ^ 
hepatitis C J^jom jLsJI j£^L> 

positive ^Lb ELISA Jl $) 
RIBA technique Jb diagnosis Jl confirm l& 

And finally 
RT PCR J**3 

For diagnosis of hepatitis C virus 

555 1^33333] 

555 RT PCR I2i la 4J 
RNA b 

hepatitis B Jl J eUb oj^> 3) 
J3kU PCR U3S 
DNA virus « Hepatitis B Jl j'y 
555 ^3^fi>o 

treatment Jl ^jclJ 
Treatment 
Hepatitis Jl treatment Jl 
Prevention Jb ^^iuj 

555 how to prevent hepatitis 
hepatitis A virus y <|JCujl& 
555 to prevent hepatitis A virus ^Ijl 
Food hygiene 

55 6jr^ 

Vaccine 
hepatitis A vaccine <us 
protective 100 % *s vaccine JI3 
0I3JLU) j^-P 
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protective « vaccine Jl 
100 % for ten years 

„ b vaccine Jl 
It is actually a heat killed vaccine 

effect J) produce U Jb J* 

55 if ^9 cruris 

Hepatitis A virus l$J endemic area b) jl 

555 giuA vaccine Jl Jj* „ J^ J 
55 vaccine Jl allergy <|jo^ b! jl jbjil^ 

J^a (| 

If you are travelling to an endemic area 
vaccine JJ allergic jL«M jl i)\*> J 3) 
Immune globulins ^^jlj 
antibodies Jl ^jlj 
Against hepatitis A virus 
( Immune globulins ) 

immune globulins Jl 
sLS JSJ jj 0.02 l^b dose Jl 
protection for two months Ja*i& 

^ JSJ jd 0.05 l^b dose Jl 5) 
protection for 6 months Ja*i& 

„ jiaJI 

pre exposure prophylaxis a^^j la 
pre exposure prophylaxis <u*J 

5555 blao 

ju*lI>3 JoLu) jo j Lb l^^ji 

-— ^fTage [14 
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55 4pUj> b 4jI 4^ 

recorded « hepatitis oVb* 4^ J^l : dJ\s 

555 4pUj> b (^ol j-o „ ^cJg 
^b) j^Lc- „ £3^-**>l j-o : «dUls 

j^^jljLJI J j-03-0 d^U* Hepatitis Jl yjb£ 4^J CJI 

Incubation period Jl J <uJ CJI 
manifestations Jl j-o Infection Jl 

Immune globulins Jl ^liUI^ J^loJJ 
within two weeks j&hj & antibodies Jl ^ ^ 

from exposure 



Immune globulins Jl ^ 
exposure Jl j-o within two weeks Ju>fo 
protection dl**j jU^ 

^3jj U CJI3 

„ Jul J Immune globulins Jl i^juj* 
4JUI wuV) J vaccine Jl ^3^3 

55 V ^3 ^3) b ^3^0 
„ \aj 4Jllfl &>l*JI 

55 Protection against Hepatitis B J*s6 ^Ijl 
screening for blood donors %) 

55 4jI ^3 6^ <jLo 

screening of organ donors 3 



55 jjJlsl>3 

Using disposable needles 
Disposable syringes 
55 V ^3 ao* jLo 



Dialysis 

dialysis J-ojt> jL^ 4^ 3) S^SLoJl 
Hepatitis markers <iU&> ^ 
Hepatitis B ^Lb 
hepatitis B Jl c%>^ 4-03*^ olullo <ii 



^ f Page|15 > |^—- 



IIMIMO 

XOTIOINI GIT Dr. Shaf3y ^1 || i^kfl ai^i ^ 

hepatitis C 
hepatitis C Jl cryL^J ho^^ oluS'lo <ii 

hepatitis B and C gib 
Hepatitis B and C Jl cryLx) ho^s^ otullo <us 

Hepatitis jLoj^jl^o JJI3 

55 V ^3 f5^o 
4ja$*2*jt> oL5Lo 4J category J5 

vaccine Jl ^jiii jU5 
^^5^3 cr^j^ ^! L° vSj vaccine Jl 
Hepatitis B surface antigen protein Jl la 
genetic engineering Jb gjuaio 
0 1 6 jo^ Ju>ko vaccine JI9 
555 0 1 6 4jI 
djLib- J3I bjl^jJI zero Jt£-l& (jjisj 

protection <|Jlo 
Ol^JLu) 5 

5 Jl Jlsj 

You have to measure the serum antibodies 

lJo\s serum antibodies Jl CcJLl 3) 
booster dose ^jo* 
555 ^IIIIIIILo 

555 How to protect against hepatitis C virus 
vaccine <i«J uL*>kf 

555 How to protect against hepatitis D virus 
By protecting against B 

555 <£tb\$ 

Pre exposure prophylaxis b „ 
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hepatitis B Jl jU 
vaccine ^Lol Pre exposure 
Disposable syringes 
Disposable needles 
2ua$*2&j* dialysis Sj^l 
Screening of blood donor 
Screening of organ transplant 

55 y 

m la 
Hepatitis B virus 
How to prevent 

» 

( surgeon ) djaL*, ji>l 
jL^ abdomen Jl J Jtsi^ 
hepatitis B jLsil 

is jCujz dJLo Culb CJI3 



hepatitis B 6Jo^ jL^ ^ J djul CJI^ „ djul 

555 4jI t^lo^ J3I 
© Jl£-L4>) J5^l 

© ^HUlUHUILo ( JSJ) L^l b „ Ji 4^ Juju b ) 
^jjxo JJI ^Jb „ Jt^- jLoJLtaJu-o L^-l 

j-uJb j-uJI^ „ j&Sk 

„ OjAl> to Jta> S^fiil 

immune globulins Jl l^b j\As> 
within two days Ju>te Immune globulins Jl ^jV ^ 

From exposure 

Hepatitis A Jl 3) 
within two weeks Ju>ko jl£ 
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hepatitis B virus Jl J La 
immune globulins Jl jl^Ua 
Within two days from exposure 

Prevention « actually la 



555 acute hepatitis Jl specific treatment Jl <ol 

555 4jI JjsjgA „ acute hepatitis gjo^ jL^ JL> 

555 £&J) 4jI 
Bed rest 

55 IIIIIIII& 555 normal If J enzymes Jl U h\JJ 55 5jl4 
1.5 j-o Jil l£o bilirubin Jl U 
1.5 j-o Jil ULj bilirubin Jl U 

Bed rest 
1.5 j-o Jil ULj bilirubin Jl U 

555 

bilirubin Jl CJ3S 4J 
555 e^iiio Jaundice Jl U h\*J JuJ^ 
serum bilirubin Jl ^ j^ti jaundice Jl 

555 4jI ^Xsu 

Normal serum bilirubin Jl ^>5Lo-o ^i** 
Jaundice gjo^ jLsil 4^ 

j^l^cucc^ sclera Jl J dL>L jL^iLj bilirubin Jl „ jaundice Jl 

normal bilirubin Jl 3) ^ 

j^k tekj bilirubin Jl jL^ ^>5Lo-o 
Juandice Jl gjo^ 

&3&i l$J v!Lua;j sclera Jl J ^L^u U bilirubin Jl 
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Normal JJ bilirubin Jl U ^ 

cJ^ ju>L sclera Jl clearance <iLas^ jU^ 

1.5 jjs Jil lio bilirubin Jl Lo &Ir) J$£> 

^^iiio jaundice Jl U jLo 

» 

555 4,U3lq olj^co-o 4J „ o:> jLsil g& diet Jl 

excess carbohydrates JSl 
( OryijJI gJLol jU^ Liver cell failure <jLo o:> jLsil ) jjU 5^ U ^ j proteins jl^I^ 

fat Jl ^ 

nausea gjo^ nauseating « fat Jl j'y 



Juu^ J5b : jbxJJ J3& 
„ dJuMj^Jb ^bl L >4uo3' Jlsj ^jb |^UI 

b| b J5l& b) „ Hepatitis Jl $>) <j$sL> : dJ$£j 

555 V ^ Ory^^ !!! 4jI 
Medical tradition ^ 6* » ^ » ,d J***- 5 ^ &l£*4 

symptomatic treatment Jl 
555 <|)jl jL*J) dbl 
cholestyramine 4>ji> bile salts Jl {y> j&yb gjo^ 3* 
( jljru-ojro 5^ JJI ) metoclopramide 4>ji> vomiting $ nausea gjo^ 

acute hepatitis JJ treatment 
55 y ^3 ^5^0 acute hepatitis JJ treatment jLcio 

chronic ^ 

cirrhosis Jl ^ J/VI j^k^ bl „ V 
4jbl *U jl J/VI Liver cirrhosis Jl J$i& „ chronic JJ g^jl Oi^ts 
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Liver Cirrhosis 



Portal tract with (hepatic 




Central vein 



Liver cirrhosis <UuJ £3-03* ^ ^JSoJ diji^ 
liver cirrhosis Jl ^ ^JSoJ jU^ 

hepatic lobule 1^1 
central vein <lq*J ld$ 

Portal area Jl 
( bile duct JI3 portal vein JI3 hepatic artery ) <us 

3*1 central vein 4^3 

„ Liver Jl 
columns JSLfc 



& columns Jl {%> 
55 ^5 „ sinusoid <us 11^ 



Portal vein JI3 hepatic artery Jl j-o ^jJI '<LA? 

sinusoid Jl Js. 
central vein Jl J 

55 ^>l3 55 5j3 
„ CJLo ,5 a b!>JliJ) j-o b!>JL> 3J jl „ ^3-0341 J \3j IJJiJ) 
cjLo Liver Jl b^ j-o jl J^ap- 3) 
replacement t^JL^i Proliferate y JJI 4J3JI 

cjLo Liver Jl J One of the cells 3) 
replacement 14^3 proliferate JJI 4J3JI 

„ OLo b^JLpJI j-o jru5 SJi£ 3J 

o:> jiajitb proliferate l& iLoliJI biWI „ 0L0 biWI ^ jru£ :>j^ 3) 

55 6^1 b fi>:> ^laJLtl J 4J5LUI 4jI 

sinusoids 

sinusoids jLcio L03 
55 ^> ischemic &s b^l ULj 

555 V ^3 l^JLo ^Jislo 
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„ SylSa b 

Proliferation Jjssit* JJI 3J3JI „ £15LLo jLo cjU <LJL> 3J 

replacement [$Usus 

„ OLo b^LpJ) j-o jru5 SJi£ 3J 

Proliferation Ja^i^ 2Ldl£ JJI LateJl 
columns Jaxia jLo ^ 
Nodules J-oj^ 

sinusoid I^l© jLoLo & Nodules JI9 
ischemic b^WI 
fibrosis tUa^i „ 

regeneration dLa\*> dLa\s JJI LaWI^ 
nodules cJ-o^ 
fibrosis y cJ^Jl Nodules JI9 
cirrhosis ^o*J J^a &&JI 

: h$j& ^jV cirrhosis J$&> jU^ 

degeneration <us 1% • 
regeneration 4^3 • 
fibrosis $ • 

fibrosis Jlj regeneration Jlj degeneration Jl 
Liver Jl £b ^jo^JI JSL2JI h&j* 
Loss of hepatic architecture Jl**j 

J^ Liver cirrhosis Jl ^SJ$i& 
DefinitionJI 

Liver cirrhosis is degeneration of the liver cells which is associated by regeneration and formation of 
nodules which surround by fibrosis and this will lead to loss hepatic architecture 

£9^* Liver Jl ^jl^JI JSL2JI 
cirrhosis J\ definition Jl b 

Etiology Jl 

cirrhosis JJ hjcS etiologies <us 

hjcS Ob>b- „ tajl^jJI M elk jl J-uailfb L^JLc- ^JSCuJb 

„ Morphology Jl Js. ^J&a U d)l 
^ f Page[21 > |^~—- 
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„ Jb definition Jl JjIs ^15 

specific pathology Jl J3&3 

Jb definition Jl J$2i& 
jl^I^ J5 £b specific pathology Jl J$£> di^HS 

pathology Jl J ^ ^J5o) ^1 U cirrhosis <|) 

definition Jl J$2i& 
jl^I^ J5 £b specific Jl ^J&a 

clinical picturesjl 

manifestations of liver cell failure J^j jU^ „ jzsu ^ bM>\ U^l jl jl&^I 

Liver Jl 2/3 j-o jtf I J damage djo^ liu ^ 

• • 4jI ^3 6^ <jLo 

555 JjuL> jLsil „ Liver Jl J cirrhosis djo^ 3) CJI ^i** 
jLsJI „ Liver Jl J cirrhosis djo^ 3) liu 

Liver Jl J cirrhosis djo^ 

: ( cirrhosis Jl OryL^ ) 
( asymptomatic Jl £b>o ) ajy^l ai*>U • 
Jlxiujb jLo Liver Jl ja> J cirrhosis ojiz jL^ ^JOf- 3) b) ^jls^ 

asymptomatic Jl 2*3*0641 
accidently ul&sSjj 

55 accidently ^ia$o ^Ijl 
examination $>$j „ &\S djc&Jvj CJI3 „ J3J4 ^Lbl^- jL* 

shrunken liver gjo* CcJLI 
Hepatomegaly gjo* c*^ 3) 
splenomegaly gjo* c*^ 3! 
cirrhosis 



&0wJ) 4sjufiJb cJjjuS'l CJI „ Liver Jl j-o j^l&uLo 3^ 
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55 V ^3 b blao 

( ^ ^.ob ) health insurance Jlqju ^Ij 
examination l^io^o ^tdl Jos tela 

hepatomegaly gjo^ ^ examination ^U*^ j^jJI 

shrunken liver gjo^ ^ 3! 
splenomegaly 3 shrunken liver gjo^ ^ 3) 
es>&> jiuSLo 5^5 cirrhosis gjop g.LL*A „ ^dLjb 

55 V ^3 ^3^o 

asymptomatic ajy^Vl ^3^^4,1^ 
Liver Jl 2/3 J^Ijira l£o cirrhosis Jl U 



Liver Jl 2/3 ^jl*> cirrhosis Jl U 

4-JtUl 4P3AJxtl J3^j ^JCuJ „ ^JCLo jbsil 

symptomatic Jl • 
555 l& 4jb eU-c?uJb 
manifestations of liver cell failure y elL^ 

55 4jI ^3 ojS jLo 



for example JjIs ^3^3 

hepatic encephalopathy „ ascites „ plamar erythema „ spider navei J^\aj^sa>s 

manifestations ^jl ^3^ 

555 V ^3 P3^o 

portal hypertension manifestations y dLL^ ^>5Lo-o jLsil 

for example 
hematemesis, caput medosa, piles 

clinical pictures of the cause y dLs*> jLsJI 
complicated by hepatocellular carcinoma liu >>yi J liu 



cirrhosis <|U 
InvestigationsJI 
liver function test Jaai& 



555 liver function test Ja«i& 4J 
„ f£te)$$ CJls JJI 5^1*4,1 &j£l4 

chronic liver cell failure Jl c*^b manifestations Jl JJI &9JI Liver function test Jl eU^I U 

55 y ^3 6J5 jLo 555 V ^3 1^/14 
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chronic liver cell failure Jl Cm h S jSJ 0 ] 

OrtJl^ alkaline phosphatase JI9 SGPT JI9 SGOT Jl J$£i& 

biphasic „ bilirubin Jl 
Prolonged „ Prothrombin time Jl 
J*>\$ „ albumin Jl 
„ globulin Jl 

hepatocellular carcinoma Jl jU^ „ alpha feto protein Jl <J$&* 

CT 3 jU^-tt> J^ojgjb 
Liver biopsy jl^U 
liver function JJ Investigations J5 
Liver function test Jl c*^b &9JI ^Sjjh 555 V ^3 
chronic liver cell failure Jl 

Investigations of portal hypertension J$£i& 

„ Jlitl J-u^ Js. 
Endoscopy 

55 V ^ ^jl b blao 

Investigations for the cause ch^hs 
treatmentjl 

treatment of liver cell failure Jl ^uSa& 

555 Id Or^a <u^l 

chronic liver cell failure Jl c&\z> h^J\ „ ^ jjLol otJ^ U^l JJI 

© look above jr£ 

55 Ol^J b blx-o 

55 6jr^ 

treatment of portal hypertension 

„ Jlitl J^ J* 
Injection sclerotherapy 
band ligation 3) 

„ ^ 

Treatment of the cause 
Liver transplantation 
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© \3j cirrhosis Jl £l$3) o$ p&J\ jJi> \^\s6 
post hepatitis Cirrhosis <l^\ cirrhosis Jl £$j 3) 

Post hepatitis cirrhosis 

definitionjl 

Degeneration, regeneration, fibrosis 
Loss of hepatic architecture 
Due to hepatitis 
555 



etiology Jl 
Hepatitis B, C,D • 
V « E 3 A • 



Post hepatitis cirrhosis Jl J ^*JI ULj ^>5Lo-o 
auto immune hepatitis Jl 

<&\ ftlw jl <UwJ OJLP-bjb 1^5 

Pathology Jl 

Degeneration, regeneration, fibrosis 
Loss of hepatic architecture 

specific pathology Jl 
1^15^ ( Liver Jl ) hepatocyte Jl ebl 
Ground glass appearance 
bV^JI 15^ virus particles Jl <us jU^ 

55 V ^3 ^3£Aa 

6Ju>L& <uJ JJI auto immune hepatitis Jl £b pathology Jl ^V) ^>5Lo-o „ l»Ja 

dill jl 



clinical picturesjl 
( discovered accidently ) asymptomatic Ul b • 
shrunken liver and splenomegaly 3) „ shrunken liver 3) „ by finding hepatomeglay 

symptomatic Ul b • 
manifestations of liver cell failure 

Portal hypertension 
Clinical pictures of the cause • 
555 clinical pictures of the cause Jl 4jI 
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History of hepatitis dUbju jLsil 

„ ^3^-3-0 ULj ^jV jLo 

jaundice l^J o^li^ acute attack Jl „ o^jb 1^! I* <|j C Jl 

^jj ji^ ^! vS^d 

dJb ja>Jl^Lo 

55 V ^3 ^3£Aa 

hepatocellular carcinoma y complicated log ^>5Lo-o jLsJJ 

InvestigationsJI 
555 ^jb b investigations <b) Ja*i& 
Liver function test 
55 Jb 4jV Investigations 
Portal hypertension 

555 jj Jlsl>3 

Investigations of the cause 

55 investigations of the cause Jl dj\ 

markers 

treatmentjl 
555 ^Ijl 4*JUJ 
Liver cell failure Jl 
Portal hypertension Jl 2JU1&3 
causejl Iaj 

555 cause JJ £>U 4^ 5^ 55 ^Ijl cause Jl 

55 V ^3 ^jrtili^Lo UL> 

555 ^ b hepatitis JJ £>U <us 

»^3 

Hepatitis JJ £>U 
liver transplantation 

cirrhotic phase Jl J J&j^bu*a j3jr^ioyi 
chronic hepatitis Jl J ^3J:> ^iuu* 

Post hepatitis cirrhosis Jl „ t_*Ja 
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Haemochromatosis 

definitionjl 

Degeneration, regeneration, fibrosis 
Loss of hepatic architecture 
Due to deposition of iron in liver 
definition Jl b 



etiology Jl 

haemochromatosis Jl £b etiology Jl 

Primary • 
Secondary • 



t^usjb I52JI „ secondary Jl 

tissues Jl J v^^i f Jj| i iron J' »^ ^1 
parentral iron therapy „ repeated blood transfusion „ Hemolytic anemia Jl jlai^I 

© ^3jJULctt> 4jI (jis^ ^jLc- jll 3) ^^Ji ^IJl^jI^ „ t^*Jj jj-^ ^ 

© of course JJI „ aLu) dJh 5*9 



555 ^3jJULctt> 5^L> 4jI (jis^ 
SjjUf 3j-o3- l^j^Lo „ 4-Jbjil JjLi g$ „ 5^L> JjL£ 

acidic 3j-o3JI jl U9 

Sjrccf iron oLo5 IjjjJLo ^J^bs 

„ jiaJI 

primary haemochromatosis Jl 
„ JJI b 

genetic £15LLo ojo^ jL^ „ primary haemochromatosis Jl 

chromosome 6 Jl J £15LLo ojop 

555 $j 3 ] b 4jI ^ 3jU 4J5LUI 
iron Jl L>ju> U Ch/^ 
555 4jI jaioJLfc „ JuJl^ LJLS'1 3) U5S 

^ljj> 1 
555 dJ 

mucosal block theory l^o-J &>b* <us j'V 
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© dJil U5S jLo 

primary haemochromatosis ^jo^ JJI OryLsJI 
Mucosal block Jl J defect ^jo^ 

mucosal block jLoj^jo** 

jrc5 iron \$}S\ JULs 
haemochromatosis ^JL^ 

primary haemochromatosis Jl cr^LsJl 
mucosal block theory Jl J £15LLo ^jo^ 

Which means 
duozsjjb „ jrof iron JSl 3) £>S jLxil jl 

haemochromatosis <iU&> ^>5Lo-o o:> iron Jl 11$ 

555 *3 4 ^ A 

555 ^11 ^$Mt$A$jS ^Js> 

6 

Pathology Jl 

Degeneration, regeneration, fibrosis 
Loss of hepatic architecture 
l& specific Jl 
Hepatocytes Jl J iron 

» <^ ^ 
clinical picturesjl 
Asymptomatic 

shrunken liver and splenomegaly „ shrunken liver „ hepatomegaly 

Symptomatic 
Manifestations of liver cell failure 
Manifestations of portal hypertension 

Clinical pictures of the cause 
„ \3j cause Jl 
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555 clinical pictures of the cause Jl 4>1 

555 ty& Jl^-I^ 4-o-tt>j 

blood Jl J 

555 blood J! i cri 
hemolytic anemia Jl J 

» 6^ 

extravascular hemolysis jlS 

^jru^JLp-^-ooA l^JLo gita-^ jl^ „ j*£jl*j j\S U RBCs Jl 
^jru^Jb- 3 heme Jl j^jl^ <j\S ^j^-^aj^} 

: Jl ju-icio heme JI3 
Iron • 
Protoporphyrin • 

tissue Jl i§ twc**>jfo jll iron JI9 

peripheral neuritis « C.N.S. Jl Js. 

cardiomyopathy « heart Jl 
interstitial fibrosis « LungJI^ 
( bronze diabetes I&^a-o-o I^IS ojS jIA^ ) diabetes J**^ pancreatitis « pancreas Jl 

renal tubular dysfunction J**> « Kidney Jl J 
Ulcers s pigmentation J*^ « skin Jl J 
testis JI9 supra renal JI9 pituitaryJJ damage J-0^,9 

2^ b ojS 55 V ^3 6JS <jLo 

pseudo gout J-o^3 
jl &z 5jLa jIS' pseudo gout Jl 
calcium pyrophosphate Jl 
iron 3) 

„ ^1 ^jb b haemochromatosis Jl OryLsJI 

InvestigationsJI 
Liver function test 
Investigations for portal hypertension 
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555 ojS Jls^ 

Investigation for the cause 

555 Investigation for the cause 4jJ J**x& 

Serum iron 



55 4jI 4^Vj* 

555 4jI ULja total iron binding capacity 1^1 &>b* 4^ 

555 transferrin saturation JI3 
55 ^jJ! J ferrtin JI3 

555 jLsJI J iron Jl 4-co5 l^o L >«-J& 

MRI 

555 Liver Jl J iron Jl ^Lo5 ^y^p Zsuje 

iron b j$! „ MRI Jl 
magnetic resonance imaging 1^ 



jL^>JI (J (3jJLj^ 4-03^) jLguA Lo J3I jLxil jl 
„ 4&wf) gita^ jl^?JI „ uLb»J«.ft b 

jLxil j-o reflection l^La^j ^ 4si&) Jb^yiX\ 
J& reflection Jl U J5 „ jtfl iron gjo^ liu jLsil U J5 

4&^VI jAloo^ 4iV 

jLsJI J ^jlrj ^jiAl magnetic waves « MRI 

reflected 

55 absorbed by iron ^3 reflection l^Lojgi^ iron gjo^ 3^3 

Ji reflection Jl 

MRI Jl J Liver Jl c^hj density Jl JULs 
liver Jl J 3^3^-341 iron Jl d^S uLkio 

555 V ^3 



—~^{ PageUp 

^ "^5oi)jy cj^ " J^ " ^ Ju ^ 1 : g ^^l Jygslj » ill VI 4)1 V : j^jJl J^asl " Jls ^JL>3 <Uk ill ^U? " (^Jl jl 4^Lo 5J3 ^iojdl j-Lu> J CuJ^ 



IIMNO 

XOTIOINI GIT Dr. Shaf3y ^1 || i^kfl ai^i ^ 

DNA analysis J*s6 1**^ 
primary haemochromatosis Jl J genetic defect Jl jU^ 



^1 

Liver cell failure Jl 
Portal hypertension JI9 

( desferrioxamine 5^ JJI ) Iron chelating agent 

vene section 

jLsil 0 .ii.au ^ ^u-kS' J5 

Iron ^1^^ 250 jlaa^ 

Normal JJ J-03J serum iron Jl jLsil U &Ir) 
4JL*JI J Olj-o 4 „ 3 I^JLoju ULj 605 jls^3 

primary haemochromatosis Jl J J*g%> p&J\ 
Hemolytic anemia gjo^ jL^ J o:> ^SJI J*&>3 jl^ 

haemochromatosis gjo^ J^l : dJ$£j 
£$±J<1\ J ^ ^ » vene section ^U^l 

555 dblj 4jI 



Hemolytic anemia jL^ 

© l&Ujbls jLo (^^^Ji ^b duS 

!!! 4J5LUI 4jI : dJ$£j 

hemolytic anemia gjo^ jL^ 
!!!!! 2JbjJI J ^ <tLo Ju>U& 

„ ^41 

Liver transplantation ^l J 

„ SylSa b 

Wilson disease Jl 
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Wilson disease 

Hepatolenticular degeneration 

Wilson disease Jl 
Hepatolenticular degeneration JUI ^Vl 3! 

( ^b-jJ) ) cupper Jl l^o-J &>b* 4^ 
diet Jl J b 

( ^I^jJI 3!) cupper Jl 
intestine Jl absorption ^JLom „ diet Jl J U 

liver JJ 

ceruloplasmin o^jj glL> Liver Jl 
cupper Jl J v!Lua;j ceruloplasmin Jl 

555 4jI J dLua^ ceruloplasmin Jl 
cupper Jl J v!LuA;jb ceruloplasmin Jl 

cupper JI9 ceruloplasmin Jl ^ 

^jUJI J spot diagnosis „ ojS JoS ^SU^s Lo 

OLo>sJI ^IJiS J^yi vS^to JJI 3^ 

OLoj^il ^035^5 

6d ^-^3 £jL*J) (J CJl JJI JuiyJI jiaJltl 

3^3 „ ^1«JI 45^1^ (jr^i (jr^i 
gift 1^31 t^^c-j-o (jIssj Jl 

nauseating gj5 oL>1^ 4^ 11^ 
dbLo t^j^ : 013)3 Loa-o J^Hj vSl 

Ja-c^c- b J^l b : J$%9 i^Lc- bL-o 
Ub ^3j£> $Jb „ 6Jl5 Jod 6Jtl Jap to 
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cupper JI3 ceruloplasmin Jl ^ 4&kJte 

Wilson disease 4^1 JJI disease Jl 
Hepatolenticular degeneration 4^1 3! 

13 J defect b 

ceruloplasmin Jl j^alk^o Liver Jl jl 
55 4jI j^dL^u-o Liver Jl 
ceruloplasmin Jl 



intestine Jl {y> joz*^ „ jL»H 4l£L* JJI cupper Jl 
Liver Jl J ceruloplasmin JlJ* ^ „ Liver JJ ^ji 

albumin Jl J 4>l jia-^ cupper Jls 
gl^j cupper JI3 albumin Jl 23^1 
Loose attachement 

45t>lo (tJljiab 4jIj-o dLuLo LL-u 4*§Vj „ J5^Lo JJI (^^JLsw 
4^-1^- ^3 Jti-**^ Lr? 5 ^ ^-Oj"^ JU^I jLLc- £jL*JI (J 4alal Iflh**^ 

cupper JI3 albumin Jl cru Lo 4&bJI 

Loose attachement 



» 

tissues Jl J v^^i albumin Jl 4333) J^ cupper Jl 
Urine Jl J J}jl>3 albumin Jl cupper JI3 

„ cupper Jl 

albumin Jl ^ ^i3 urine Jl J J}jl> 43) 4U^j) 

urine Jl J JjjJ dUI jroSu ^jl 
( albumin Jl) at&o jir£> dUI ^ 

© ^3 b ^u>Lo 

© J3JI J <u*£> ^jru cupper Jl 
© J3JI J duuJ6 ^jru cupper Jl 
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^3 albumin Jl g-o J^jaL^^ 
jro$o ^jl „ urine Jl J JjjJ dsi jrccSu ^jl 

LlJLp Lo 

555 Ctf cupper Jl 
tissues Jl J 

„ I^JLaijI 

pathologyjl I513J3 „ etiology Jl ^J5o& til 
This is a hereditary disease 
Where there is defect in chromosome 13 
Which is responsible for the synthesis of ceruloplasmin 
According the patient has not ceruloplasmin to attach to cupper 
So cupper will be loosely attached to albumin 

cupper is easily precipitated in tissue Jl 

And lost in urine 

555 pathology Jl 
Degeneration, regeneration, fibrosis 
Loss of hepatic architecture 
Due to cupper in the hepatocytes 
555 V y$ 
555 SjStfa b 

clinical picturesjl 
Asymptomatic 
Symptomatic 

555 4jI j-o i^jJuuj 
Manifestations of liver cell failure 

555 jj Jlsl>3 

Portal hypertension 

555 jj Jlsl>3 

Clinical pictures of the cause 

hepatolenticular degeneration <l^\ disease Jl 

55 lenticular b\Zs» 4jI 
: cro^l^j dJJs Lenticular 
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parkinsonism d±*sa$ ( basal ganglia Jl c&kj ) Lentiform nucleus • 

55 4jI <lq*j disease Jl 
hepatolenticular degeneration 
cirrhosis Jaao & hepato Jl 

basal ganglia Jl c&kj lentiform nucleus Jl y>^e ^! ^s^t 3* lenticular Jl 

„ dystonia „ chorea $ parkinsonism dLUsJ 
( ojS Jasuj involuntary jl&Is ^ jLsil „ snake like movement of the hand ) 

( snake like movement of the trunk ) dystonia Jl 

555 

$sJ\ c&tej lens Jb ^JJx lenticular US „ %b*)l • 
cupper Jl ^jy* Cfc*" c*^b lens Jl 
sun flower cataract dL&j 
Kayser Fleischer ring « cornea Jl J 

» ^3 1 b I^^L) ULj 

disease Jl j-o bjiiiJ 
cirrhosis UJUjlj ^jls^ Hepato 

« Lenticular 

( basal ganglia Jl c&kj ) lentiform nucleus 

Or^JI c*^b lens JI9 

„ dJb ^ 
„ fate oL>b- J v^ 4 *^ cupper Jl 
renal tubules Jl J V"*^ 
renal tubular dysfunction J**^ 

RBCs Jl J iwcttjjO^ 
Hemolysis Jaa> 

Nails Jl J v^^i 
sky blue nails Jaa> 

Wilson disease 

© sky bule nails 

Wilson disease 

By sky blue nails 

5555 V y$ ^j ^ q a 
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clinical pictures Jl J ^SJt^l ^ £091*0 <us 
Hepatocellular carcinoma Jl 
is rare 

Which is very strange 

haemochromatosis Jl J 
hepatocellular carcinoma incidence Jl 

Is high 

Wilson Jl J 
Is low 



protection against cancer Jaao cupper Jl Jj* 

555 to 4a > j^d 

We have no idea 

55 dJo)s <*cu*uj ^Jbjo^ cancer Jl JJI olJJb J^a \^J)\ 
Wilson Jl oryL^ J ( hepatocellular carcinoma ) cancer Jl 

Is very rare 

555 

55 hjj\Ss 555 Or^JO^b 



^LJo b Investigations J*s6 Oi^M 
Liver function test 
portal hypertension oi^HS 
investigations for the cause oi^HS 



555 Investigations for the cause Jl 4jI 
f jJI J cupper ^Vj* 
555 ^ jJI J cupper Jl 

„ ^Jo\$ ^Jo\$ \LuJa 

!!!! ^ 
J^JI J <^Jl> ^jru cupper Jl b) la 
^1$ cupper Jl 

tissues Jl J 

555 jlo^ b ^Ijl ^JJI J ULifr 
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bb b \LuJb ^ JJI J CUpper Jl liu 

Urine Jl J <u&l& 

Ceruloplasmin Jl 
5555 V ^3 DNA analysis J^ 

„ *l 

the mother of this patient %)\s6 Jt*> 

„ ^3) b 

55 the mother of this patient 
Liver cell failure Jl 

555 jj Jlsl>3 

Portal hypertension Jl 

555 jj Jlsl>3 

cause Jl 



555 ^Ijl cause Jl ^b^ 
Cupper chelating agent 
ju^l d^j <lq*j 3! „ Penicillamine <lq*J 

liver transplantation Jj^^yij^ 

general rules Jl 

4£juaj j5lJJ d J Lg&& ^^-^jAI J^-uc^b ^3 

Alcoholic Cirrhosis 

cirrhosis Jaa> jU^ alcohol Jl %\ 

555 t^5^ 4j ) a! j^ii ^jV 

(male $f) alcohol ^Ijj> 30^j^j ^jV L03J 

) female J 

jfU-o> jjjS> 6Jl4 

male ^iLo^ ^1^ 30 
female 3)^3^1^20 

555 g-^i 
„ lib JIJuJI 
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555 30 4jI ^ysu 
!!! 65^)1 4jb$£j ^Loii» 5j-o3JI <yb „ gJlp-I^ 

alcohol Jl 

555 ^3) b 4jI ^l*) 

» 5 J&J' 

4 % Sjru 4^3 „ 11 % hjoj „ 7 % Sjru 

555 4 % ^Utf 4jI { jm 
alcohol ^Ijj> 4 „ ^ 100 J5 ^jlsw 
4% laJJ<^i»la 

alcohol plje7 4^^100 J5 ^i** 

g^ail Stella Jl 
7% 

555 4jI :>) ^Jl J alcohol ^Ijj> 30 ^j&j jU^ „ Which means 

( ^ 400 ^LUH ) ^ 400 
© cirrhosis Jl d±us*> jlk b^^Ao 

70% 

^ 100 Jl (J ^ljj> 70 „ £4>l (J Qyg^*«JI cS^ijJI IS^ii))^ 

© 65^ jl^uS JJI „ Jlo^-I b ^15 (jIssj 
© (J 3 1 

40 % JLa^l 

j^Jil 4S>sj ^jV £>S ^ISJI 
3j-o3- ^->j^ bl : dJ$£j (j^j>I jb^ lA^? 5 ^ -0 
6jj ^JLbl J5&L0 b «wJ5 b : 4]$aj 
tojS L^c-wl 4j?-L^ jLvAa 

addict jL^ dUL^b 

© (j^to Jt£-L bl : ^3& 
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j&£t\ ^Jo || iuiaJ) s\$So\ gjjij 



555 4jI t^*su : dJ^jft 
diplb 4JIapJ1 j^Sjao jZJLra 

alcohol Jl 

^jV „ cirrhosis <iL^> Jj>jJI jU^ 

alcohol fljj>30 

ju-u) jCu£> 6Jl4 Loo^ 20 
555 btao 55 b ^Lo 

male o$ ^ 30 
female o$ ^ 20 

„ JIM 

555 Liver JJ damage Jlqjlj alcohol Jl 4J 
hepatocytes JJ damage J-o^o alcohol Jl 
( jts-ls ^ij id ) direct toxic effect Jb LI b • 

alcohol dehydrogenase 4a-J enzyme ^ Li ver J J s=r metabolism dLa^j alcohol Jl jl „ ^ij • 

( (^ucfa) ) toxic gita^ Metabolism Jl li& 
toxic JJ) <LuJl> alcohol Jl 

Metabolism <xL^j „ y : cJls ^b <us 
toxic material glLu b metabolism Jl$ 
Liver JJ toxic material JJI ^ 

antigenic structure Jl jr^o alcohol Jl jl „ dJlill JUi^l • 

surface of hepatocytes Jl J* 
hepatocytes Jl £b wall Jl J* antigens Jl luSy jr^ <^ 
1^oj>1^3 b!>L> Hepatocytes Jl jl jc&j Immune system Jl „ 

555 V ^3 ^5^0 

Liver JJ damage J-ob ULj ^>5Lo-o alcohol Jl ULj 

„ tsujo liSu 

direct toxic LI b 
toxic material Jl Metabolism 4JLa^$ALIb 
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b*ju&> Immune system Jl „ Immunogenic l^J3us „ Hepatocyte Jl £b antigenic structure Jl jJu U b 

j£ b^ 

„ bias l^3J gjlj 4-3 

555 parentral nutrition jLsJI ^>5Lo-o y 5 555 Orally JS^I • 
555 parentral *}S jsSfl dbju ^ 555 Orally J5b d3J Jj* ^ 

Oral Jl 

55 4J 

Liverjl J* ^"o^ 

55 4jI jLLc- 

detoxication J-o^ 

!!! detoxication 2)1** 4JL41 3) 5^ „ ^3 b 
!!!! vSj^ 6-° J51 dlu^ b) 3^3 !!! toxication <ui Intravenous J5'yi dbju b) 3^ 

JL^ l^l Id 

»y 

Liver Jl ^ ^ji&> jU^ Orally aj^b dbl ^0 J5^l 
Jsxio 431 Liver Jl stimulate <t M Ju J5^l jU^ 

Hepatotropic factors l^o-J &>b* ^ ,532*** J5^l 

„ ^3) b I^^l) 
l^-o-tt>l 4^-1^- 4-3 „ 4^-ljj*)) (J I5J 1^1 

Total parentral nutrition 
555 V ^3 intestine JJ resection jLxJJ J*&3ib U da> 

cirrhosis y I3J3-0-0 
sepsis j-o ly^ 3! 

Liver Jl <|Jt&> ^ J5^l 
( ilsJuj jU^ ) liver Jl activate jlk 

hepatotropic factors l^-c-J oL>b* J5^l J <ui 
Jsxio 431 Liver JJ stimulation J*si> ^ 

Oro^lictl ^ hepatotropic factors Jl ^1 
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hepatotropic factor ^1 
alcoholics Jl J 
duJij J$*£J\ ^> 1&ju>L JJI calories Jl ^ JS aUi^l jlqjl^u alcoholics Jl 

calories <t M Ju alcohol Jl ^xsu 

d & JuJ b „ u^S jruaP VLT^ ^b^b««> U ,hiEMb 

dUI jmpu^ jLo „ ^jJI ,J j^S^JLpJI J^db 



Jj^Lua alcoholic JULs 

go and buy a meal : 
go and buy a meal : <it$%9 ^^Ji 4>ji> „ J5I 

J5l l^o (^jl^l £3j ^ ^^Ji)) Jt^ (jisw 

555 V ^ ^^Is 

alcoholic jL^ J 2Jb$k J5^l ^ 
stimulated Liver Jl Js^j b 
degeneration by time ^La^ 
555 a 

555 Liver Jl juS^ alcohol Jl ^Ijl liu 
direct toxic effect Ub • 
which is toxic to the liver « metabolites Ub • 
hepatocytes Jl £b antigenic structure Jl J alteration J-o^ LI b • 
Malnutrition of this patient J Zskuj Hepatotropic factors Jl J deficiency <us LI b • 



Pathology Jl 
555 4jI \Luj* pathology Jl 
Degeneration, regeneration, fibrosis 
Loss of hepatic architecture 



555 specific pathology Jl 
inclusion bodies l&l^ hepatocyte Jl ebl 

Mallory bodies 1^1 
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555 Mallory bodies Jl ^ U 
© bodies ^1 

^xsu alcoholics 3! „ alcoholism gjo^ jL^ U 
g^yi Hepatocytes Jl J 

555 4jI ^ 3jL^ ^Ij-o^JI g^^SJI 
actin filaments 

!! Muscles Jl J ^31 Ch/^ ^! - Myocin JI9 actin Jl o^jb 1^1 ) 

actin filaments ^intracellular „y 
55 4jJ actin filaments Jl 
cells Jl 15^ JJI Organelles Jl d^J 1^31 

^s^s^- jt^>3 ribosomes JI3 \jjJj^$lJo\ 
actin filaments y 0^55X0 
contract actin Jl J^r 6-° fii^j-N ^ 5^ 

555 V ^3 l^a^io 1^1 
55 ^jfcts jLo ^ 

„ ^1 4J3JI dJO^ ^1 (^5)^ 
{jp-J^s*' l^o.o>l 4-^3 ^5j^aJjJI l^o.o>l 4^-1^ 4x9 ^-03 

package l^io^o JJI 5^ (^^5^- ji^>i 

» 

package c&sj^ J-^^ jb*^ 



555 ^Ijl l^JLo yjii^s 
actin filaments ^jlu 4^ 
contraction jL^ui 

^jru^jJI ^JLuJ ^3J5*jjJI 

relaxtion J^j^ 

( m 
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alcohol Jl 

actin filaments JJ damage J**^ 

Mallory bodies Jl IlUrj 

Mallory bodies UJUgab 

clinical picturesjl 
Asymptomatic 

( Portal hypertension - manifestation of liver cell failure ^jo^ ULj* ) Symptomatic 

Clinical pictures of the cause 

555 clinical pictures of the cause Jl 

Alcoholics 

epilepsy « C.N.S. Jl 
epilepsy J-o^o alcohol Jl 

Korsakoff syndrome 1^1 &>b* J**^ alcohol Jl 
manifestations SjL^ 
Oral examination Jl J £lJI ^) ^JL^ JJI 

Oral Jl J O3S0 U 
„ JIJ-^ dJLuuj j$jSjJ}$ 
555 W3 amnesia dl^uj 
( djJS ^3 jS'ls jLo (^^i*^ ) a) 
( nystagmus ) loJ5 ^1 jl^ ^1 j^jj eLju^ ^S^i 
( ataxia „ <J*s6j* djjul ^jclj ) loJ5 ^1 jl^ Ju&te* 14,3 
( confabulation „ ^jls^ Jj^ » *>ja JUi^l ) ^ ^1 J3&J jLJVi* U3 
Korsakoff syndrome Jl c^hj manifestations Jl ^ 
( ) encephalopathy l&>o-«^ 3) 

amnesia ^jo^ \Luj • 
nystagmus j^jj oi^s • 
ataxia djjul • 
confabulation Jj^j di^HS • 

cerebellar ataxia 
peripheral neuritis 3 

55 £-0)3 
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„ brain Jl 1% 

peripheral neuritis „ Cerebellar ataxia „ Korsakoff syndrome „ Epilepsy 

„ Heart Jl 
Dilated cardiomyopathy 

„ ^b^&JI 

pancreatitis J-o^o alcohol Jl jl o^jb 1^1 1* 3} „ Pancreatitis 

LumI J^Wfl Id 

stone Jl jls^ j^I b « £-*a)l jla) 

„ stomach Jl 
gastritis J**^ 

„ skin Jl 

contraction jjjfc^ t^a-J J-o^ 

Fibrosis 

^5Jl^5S „ palmer aponeurosis Jl J 
Claw hand gla differential diagnosis J^cb J 

differential diagnosis Jl J 
ischemia J-ob ( supra condylar fracture of the humerus ) Volkman's ischemic contracture Jl £b 

investigations 

Liver function test 
Portal hypertension 
Investigations of the cause 

555 \3j investigations of the cause Jl 4jI 
biopsy IlLo^ U^l „ Liver function test Jl J 

b Gamma G.T. Jl 

^1 Gamma G.T. Jl 
follow up of alcoholics Jl J 
W hjuS lu^j Gamma G.T. Jl 

555 6^ jLsil ^Ijl 4s*)\s6 

alcohol Jl <J&s Uil 6*^3 » Portal hypertension JI9 liver cell failure Jl gfbl 
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And finally 
Liver transplantation 

„ lib 4ki3 <L9 

juj Liver Jl J gj5 jIUs^u-o alcohol jl 

„ cirrhosis Jasj alcohol Jl 
fulminant hepatic failure J-o^o jlS' 5) alcohol Jl o! : W3S ^! d& 

alcohol Jl J 
fulminant hepatic failure J**^ 

: jU5 U3S3 

fatty liver Jaao alcohol Jl jl 

dill *\J* jl bjl^jJI <3jSCJb Lo 

55 Liver Jl J alcohol Jl t^U*^ JJI diseases Jl ^1 4jI ^jju 

fatty liver J**^ 
fulminant hepatic failure Jlqjlj^ 
cirrhosis J-0^3 

acute hepatitis J**^ 

„ JJb ^mjj^ Bjljl ^ » 4-c>j3-o3J) 

1^333) 8jru5 OLoio Sj-o^ 

55 metabolized 12^ 3j-o3JI 
Liver Jl J 

Liver Jl J ^ici^ inflammation J-o^ 
vomiting 3 nausea 3 right hypochondirum Jl J pain J**J 

even jaundice 3 

555 4jJ 6Jl^ jLsJI jfr 

Hepatitis 
Acute alcoholic hepatitis 

Sj-U (J Cj£3l3l » ^3 (31 VjAJ " BJL^-l^ Sj-o (5333 1 djruS OLo5 ^J/u^ jL^ 

55 jrywwU^o-Jul) b 55 y ^3 ^3^0 

© alcoholic cirrhosis Jl b „ 
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Congestive Cirrhosis 

: \Luj congestive cirrhosis Jl 
Prolonged hepatic congestion 



555 congested log Liver Jl Jio JJl <bl 

viens branches gilt „ Liver Jl b „ spUs b 
4 hepatic veins Ja*j jlk 

Inferior vena cava Jl J I^j^j 

„ ly\S$ b 

inferior vena cava Jl J I^jLa 

inferior vena cava JI9 
right atrium Jl J 

right ventricle Jl i ght atrium JI9 

tricuspid Jl *s jl Jjs^s 

Liver Jl J congestion jU^ „ SylSa 
venous drainage Jl JA&a 

hepatic veins Jl £lx> branches Jl Ji£> CJI U 
veno occlusive L&^qj 

l^A) hepatic veins Jl Ji£> Ul b 
Budd Chiari 1^1 



inferior vena cava Jl Ji£> Ul b 
inferior vena caval thrombosis 

heart Jl J l£J 4J5LUI Ul b 

right ventricular failure - tricuspid regurge - tricuspid stenosis - Constrictive pericarditis 

: 4jLJ\ congestive cirrhosis Jl liu 
veno occlusive b • 
Budd Chiari b • 
inferior vena caval occlusion b • 
right sided lesion b • 
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„ *J*J JJI 

1^333! 4.0^.0 4^-1^- Js- ^J&tf 6^^^ 

„ ^>1^j j^cooj congestive cirrhosis Jl 2*3*0* 
cirrhosis 1^31 ^£jJI Js. 

enlarged and tender \su t j Liver Jl 

©6^ tender « cirrhosis 
Id enlarged and tender « cirrhosis 

„ 4^1x11 4ki^l 

congestive cirrhosis Jl 4*3*0* 

marked ascites y 
^jl* Ascites 

Absence of hepato-jugular reflux 

congestive cirrhosis Jl 4*3*0* 
absence of hepato-jugular reflux y j^*^ 

555 hepato-jugular reflux Jl o^jt* \$&\ 
Liver Jl J* ^jj 
J* neck veins Jl J Pressure Jl 

Liver Jl J* ^jj U dUV 
venous return Jl ^31^ 



„ 4J5LLo l^s jLxil ,J 45LJI jl U 
hepato-jugular reflux J*a*uj* jLo Liver Jl J* ^jj U 

555 V ^3 ^3^o 

( Hepatic veins 4^/yi ) ( occlusion of main hepatic veins JJI ) Budd chiari Jl ^13 j^l 

occlusion of the four hepatic veins Jl 3) „ Budd Chiari Jl 

main hepatic veins 4^/yi 

„ 6^X0-13 4iLsa bU&o l3^5j 

„ Budd Chiari syndrome Jl 
) idiopathic JI^VI ^Jas* J 4*b etiology Jl 
we have no idea 555 l^laS* veins 4*^1 Jio JJI 4jI 
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hypercoagulable state 12J a^JI ^>5Lo-o 
deficiency « S OrG^ „ C omjj^ 
Polycythemia 
Antiphospholipid syndrome 
Hypercoagulable 

is idiopathic Jl$^l ^Jaao 

Hypercoagulable state UL-o o^b- 4^ 

555 6^1 b blao 

hepatocellular carcinoma iiSwUl ifij ^>5Lo-o 
hepatic veins JJ invasion iLob 

„ lib JJJuJI 

555 <bb dLSoid jLsil 

acute Budd Chiari <us • 
Chronic Budd Chiari 4^3 • 

„ acute Jl 

suddenly « veins Ji£> d3J 

acute Jl 

suddenly « hepatic veins awj^l Ji£> dsi 
fulminant hepatic failure dJLoju b 

„ ^IIIU 

„ 4^ 

chronic Jl 

gradually « hepatic veins Jl Jaaia dsj 
gradually « Liver Jl J congestion Ja*i& 

555 \3j 4j) LlLojsj b 

marked ascites $ enlarged tender liver dJUauA 
manifestations of liver cell failure dl^u oi^HS 
portal hypertension oi^HS 

absent hepato-jugular reflux ^jo^ 
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investigations J**l 
Liver function test 
Investigations for portal hypertension 
Investigations for the cause 

555 4jI <>*x& investigations for the cause Jl 

ECHO 

veins Jl Js. jbj* ( Doppler ) 
( ^ occlusion Jl iJ^iu jU^ ) Venography 
venous phase 4^3 » arterial phase « MRA <us Lo „ ( venous phase ) MRA J*s6 

^Ijl 4sx)\s6 

veins hujW J occlusion gjo^ dLLL> 5^ 3J „ bb b 

„ acute 
fulminant b 

( akL?J) v^jlo JJI PI3JJI ) streptokinase aJb^l „ dbi^jb jLo b 

fulminant hepatic failure Jt^^Jb 
acute type JJI 

gradual type Jl 3) „ chronic Jl 

liver cell failure dj1s$ <±*)\sxz> 
Portal hypertension Jl 

Oral anticoagulant ^3 
Liver transplanatation Jasu* J3 

Veno occlusive Jl 
Budd Chiari Jl Typical 
liver Jl \& branches Jl JilS 

veno occlusive Jl 
Liver Jl JJI branches Jl JilS 
typical Budd Chiari 3^3 

„ Sj£S J* 

typical „ iiJaJb j2su Uj* 
of occlusion jlS^IJust „ S>£iJI 
intra hepatic Jils « veno occlusive Jl 
extra hepatic JilS « Budd Chiari Jl 
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555 etiology Jl 
idiopathic „ <Jjl* 
idiopathic Jl^Vl ^Jaao J etiology Jl veno occlusive Jl 555 bL&o 



15oLoL> J „ disease Jl \$La$ Lo Joj 
© 555 6* 15oLoL> ^ 



„ (^jliJI (j^Ltl 3j5^«Lo l&Lob> 
^jU- l^l Lo ,5j ^^L^JI 4a-p4>l 4oh<r> J ^jlSJ) <y& JJI 
J-tt-tsJI <:La2J vSiii I 3j^^<t<n j5Lol j&&> 5^3 
c?* 5 ^ 2*S>* { ***£i st 3^ » ^ < ^ J f *wJj> ^yib Lo 
^lo Juptf^ ^JjiaJI (J ^Lob- ^^3 „ ^tib » j^l (j^b 

„ J-o-lsJI j^iJ jlSLo j-u^-l „ V 
© ^3)^ ubjJLU jjj> 
1 Jc> jA-ojfC^jo^ jo^J-o i*JLl& ^LJI 1 Jc> 4fl^hl 



4)bj 5^- (J CJl jl j^^u^j 
b j-o »*-9ji3 lib Sj-o^ 



^3333] 53333 1 4-ojC^o ubjJLU 
1 Jc> jA-ojfC^jo ^b bj-JI-03 
jljjb jLo 4->3ls>j ^>3^j » ^>2JI ^3^j » ^Llc- Just) 5^- „ 4s5lj b^^ -0 
<Ljs \JLyJb Ccui 3J „ jauJLlo jLsdLtal^o 4-ctl J Jt5tfil> CJl 

„ bb b ja> 

© 0*>h i f ^ 3 „ djruSo „ djruSo <^l 
^S^SJi ^Si ^^3 » 0^3^ ^ „ jJI ^Ij J 

(| » V L^'j (|3 

„ ^ b J ja> 

ISoLob- J uLaop) „ uLaop) Lo Joj b disease Jl 
15oLoL> J JJI J^a ^jroL^il J ZlSJuJo] jl JUi^l jl : I5JIS3 
ObLsil j-o ^LiJI j-o ^5} l^>j^Lo ^31 

( CoP-Cu' Lo (Jx- ) JO^JISJI ^SsajaMi l^0.o>l S^Lo J^ g^Z&^J 6d ^LtoJIj 

J-oj^ JJI ^ ,5^ 3^UI 
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Hepatic veins Jl c*^b branches Jl J thrombosis J**^ JJI ^ 
j^lj^-Vl 3) obLsil ^L^i ^ JJI „ tea (j*>5^l vir*^ 

jLoA^yo „ veno occlusive Jl 
0U5 ^5^1 jU^ Budd Chiari Jl ^^u^ JJI 

biliary cirrhosis JJI Cirrhosis Jl ^1 >>l J^ 

dill jl ^Lo^UJI B^bttl (J 



G.l.T. Jl 45^lj-o J Siftifl 3j^b4,l j-o JjVl *£*JI gjjis j-o *t^yi 
dj £A£L> JJI ^JLsJI ^0 03&3 » ^5ju& 4jbl ct£ jl 
IcL-uo iiLsa 53 5 4pLJ) (^§3)^ 
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